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LETTERS TO THE EDITORRegarding “Endovascular management of iliac
rupture during endovascular aneurysm repair”
We were interested in the article by Fernandez et al on the
endovascular management of iliac rupture during endovascular
aneurysm repair (J Vasc Surg 2009;50:1293-9). We had noted a
number of cases of acute occlusion in the first few weeks after
endovascular abdominal aneurysm repair and retrospectively rec-
ognized that it was on the side that had been ballooned first with a
Reliant or Coda balloon after graft deployment. We believed aortic
bifurcation stenosis was causing compression of the limbs of the
graft, and subsequently, whenever we thought that this might be a
problem, used kissing angioplasty balloons to try and avoid these
occlusions.
We recently had a patient who developed hypotension in the
recovery room. On return to the operating room, it was impossible
to demonstrate any type I endoleaks angiographically, although a
computed tomography scan had already shown a retroperitoneal
hematoma. Ultimately, at surgical exploration, a vigorously bleed-
ing middle sacral artery was ligated, although to expose this
mobilization with one of the limbs disturbed it enough that we had
to add an extension distally to maintain its seal.
As such, it should be recognized that this direct rupture of an
iliac artery is not the only potential hazard in diseased atheroscle-
rotic vessels in endograft deployment.
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Regarding “A prospective open-label study of
endovascular treatment of chronic cerebrospinal
venous insufficiency”
I would like to congratulate the authors for their attempt to
prove a long suspected fallout effect of the chronic cerebrospinal
venous insufficiency (CCSVI) on the development/progress of
multiple sclerosis (MS).1
As we also previously pleaded through the primary Budd-
Chiari Syndrome (BCS),2 a relatively simple truncular venous
malformation (VM) lesion3 such as a venous web/membrane at
the hepatic venous outlet along the suprahepatic inferior vena cava
causes portal hypertension, giving a profound damage/impact to
the liver.
Therefore, depending upon the location of such lesion, a
chronic venous hypertension could give more severe long term
damage, and a similar lesion involving to the extracranial venous
pathway would cause CCSVI and further development/exacerba-
tion of MS.4
In our experience with the primary BCS,2 early intervention
with relatively simple endovascular procedure is able to improve, if
not prevent, further deterioration of the liver cirrhosis following
the timely relief of portal hypertension.
On same token, the endovascular correction of the stenotic
lesion of extracranial venous pathway will certainly relieve the
CCSVI and subsequent improvement of the MS if it were due to
the CCSVI.I also support their view on this stenotic lesion along the
venous pathway as a truncular venous malformation (VM) lesion,3
because there is much increased risk/probability of the defective
vessel formation during the complicated evolutional process of the
paired/bilateral cardinal/embryonic veins–precardinal/anterior
cardinal veins, common cardinal veins, and (terminal, proximal)
postcardinal/posterior cardinal veins–to form the internal jugular,
innominate, azygos vein along superior vena cava.
The truncular VM represents an embryologically defective
vein where developmental arrest has occurred during the vascular
trunk formation period in the ‘later stage’ of the embryonic
development. Therefore, all the truncular lesions involve the al-
ready formed, established venous trunk often as incomplete or
immature vessels (aplasia or hypoplasia) causing obstruction or
dilatation (eg, internal jugular vein aneurysm; azygos vein steno-
sis). Depending on the various defective conditions of the vessel
trunk, intraluminal defects within the vein (eg, vein webs or
membrane) result in stenosis or obstruction.
Therefore, truncular VM lesions present with more serious
hemodynamic consequences due to direct involvement with the
truncal venous system compared with extratruncular lesions. As a
consequence, chronic venous congestion and hypertension due to
venous reflux or occlusion results in more tissue and organ damage
along the venous capacitance system.
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A fellow’s experience in Haiti
In the days following the earthquake in Haiti, many of us
wondered how we could help. When a group from our hospital
coordinated a trip, my chairman, Dr. Walter McCarthy, and I
called to volunteer.
We made our way from Santo Domingo to Port-au-Prince
with great difficulty, and arrived to find that the scale of destruction
was incomprehensible. Before the event, there was approximately
one physician per hundred thousand citizens. Half of the hospitals
in Port-au-Prince were destroyed. Some Haitian doctors were not
coming to work because they were busy taking care of their own
neighborhoods. Others did come to work despite suffering great
loss in their own lives.
We worked at the Hôpital de l’Université d’état d’Haiti
(HUEH), the largest hospital in the city. Most of the hospital
buildings were destroyed or condemned, so the patients were
under tents set up on the hospital grounds. Doctors caring for
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